Protein tyrosine kinases have long been recognized as the most proximal actors in T-cell antigen receptor (TCR) signaling. Three non-receptor tyrosine kinase families (Src, ZAP-70 and Tec) are known to be critical, but a new study now shows that room needs to be made in this pathway for yet another protein tyrosine kinase family -Abl/Arg. 
into proximity with activated Lck, which then phosphorylates and activates ZAP-70. This then allows ZAP-70 to act on downstream signaling molecules without further regulation by other tyrosine kinases. Or so the model has gone for the past decade [3] . The results of Zipfel et al. [4] in this issue of Current Biology, however, indicate that things are somewhat more complicated, and that full ZAP-70 tyrosine phosphorylation and signaling events downstream of ZAP-70 require the activity of Abl/Arg-family tyrosine kinases [4] (Figure 2) .
Leaving aside for the moment the obvious importance of providing a better understanding of the early events in TCR signaling, that this particular kinase, which has been studied for over two decades, and was one of the first proteins recognized to have tyrosine kinase activity (along with Src), should find a home at such a late date in such a well-studied signaling pathway seems truly remarkable [5] . However, the first clue that c-Abl might play a role in TCR signaling was actually uncovered in 1991, when it was found that targeted disruption of the Abl1 gene in mice resulted in animals that had splenic and thymic atrophy and cellautonomous lymphopenia [6, 7] . Perturbed T-cell maturation, and the resultant lymphopenia, have been a hallmark of disrupted expression of most of the proteins identified as being critical components of the TCR signaling pathway, including Lck, ZAP-70, and the adaptor proteins LAT and SLP-76 [8] .
What enabled these researchers to successfully examine the role of Abl/Arg in TCR signaling was a 
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